West syndrome (WS) is associated with diverse etiological factors. This fact has suggested that there must be a 'final common pathway' for these etiologies, which operates on the immature brain to result in WS only at the maturational state present during infancy. Any theory for the pathogenesis of WS has to account for the unique features of this disorder. For example, how can a single entity have so many etiologies? Why does WS arise only in infancy, even when a known insult had occurred prenatally, and why does it disappear? Why is WS associated with lasting cognitive dysfunction? And, importantly, why do these seizures -unlike most others -respond to treatment by a hormone, ACTH? The established hormonal role of ACTH in human physiology is to function in the neuroendocrine cascade of the responses to all stressful stimuli, including insults to the brain. As part of this function, ACTH is known to suppress the production of corticotropin releasing hormone (CRH), a peptide that is produced in response to diverse insults and stressors.
Introduction
West syndrome (WS) is an age-specific disorder of brain excitability, with diverse genetic, teratogenic, perinatal and postnatally acquired etiological factors. Indeed, the characteristic aspects of this disorder, which help to distinguish it from most other epilepsies are: (1) the large number and variability of the predisposing factors, and (2) the fact that regardless of the time of onset of the provoking etiology (i.e. conception, intrauterine, prenatal, perinatal or postnatal), WS commence at a distinct developmental age (usually during the third to seventh postnatal month). These observations have led to the notion that there must be a 'final common pathway' for the etiologies, leading to WS; in addition, this final common pathway must be operative only during the state of brain maturation that occurs during infancy.
Theories for the mechanisms of the development of WS have included those invoking abnormal immune function, brainstem dysfunction [1], developmental arrest [2] and cortical microdysplasia [3, 4] . Availability of new imaging modalities has revealed many more WS infants with brain malformations, but dysgenesis has also been described in autopsied brains of normal individuals [5] . Indeed, the majority of infants with symptomatic WS have etiologies that do not involve cortical dysplasias or other structural 
